Introduction
Cardiovascular abnormalities occur in 35-50% of patients with Turner's syndrome (Braunwald, 1980) .
Coarctation accounts for 70% of these abnormalities and others include a bicuspid aortic valve, idiopathic hypertrophic subaortic stenosis, ventricular septal defect, mitral valve prolapse and dextrocardia (Braunwald, 1980 Post-mortem Examination revealed that the cause of death was a haemopericardium (700 ml) that had originated from a ruptured dissecting aneurysm of the ascending thoracic aorta (Fig. 1) . Histological study of the aneurysm showed the widespread accumulation of acid mucopolysaccharide in the aortic media with fragmentation of the elastic fibres (Fig. 2) (1976) who described an additional six cases. In each instance stenosis was the predominant lesion and the authors suggested that the medial necrosis was secondary to unusual local haemodynamic stresses. A similar situation has been observed in the development of dissecting aneurysms distal to supravalvular stenosis (Marrow et al., 1959) and coarctation (McCombs and Crocker, 1967) .
The degree of cystic medial necrosis in this case was considered to be grade IV according to classifications by both Pomerance, Yacoub and Gula (1977) and Carlson, Lillehei and Edward (1970) . This is in excess of medial changes associated with ageing and has been observed in post-stenotic dilatation (Pomerance et al., 1977) .
A direct association between Turner's syndrome and vascular abnormalities has also been suggested. Doerr and Koch (1958) 
